SUMMARY A case of complete heart block secondary to rheumatoid involvement of the conduction system is presented. The same patient died after infarction of the colon as a consequence of arterial spasm superimposed upon pre-existing rheumatoid changes in the mesenteric arteries. The coexistence of rheumatoid involvement of the heart and of the bowel vasculature has not previously been reported.
However, in only a few instances have detailed studies of the conduction tissues been performed. 611 Ischaemic changes in the alimentary tract secondary to involvement of mesenteric arteries by rheumatoid disease are rare. We present a case of a patient with complete heart block due to rheumatoid disease, who died after infarction of the colon as a consequence of arterial spasm superimposed upon pre-existing rheumatoid changes in the mesenteric arteries.
Case report
The patient, a 59-year-old Caucasian male, had a 15-year history of seropositive erosive arthritis, involving predominantly hands, feet, elbows, and shoulders. Although deformity was minimal, pain and stiffness, particularly in the upper limb joints, restricted him to a sedentary lifestyle. Extraarticular manifestations included rheumatoid nodules, and during the year before admission to this hospital he had developed hepatosplenomegaly, Accepted for publication 8 January 1985. Correspondence to Dr M Wilsher, Chest Medical Unit, Green Lane Hospital, Auckland 3, New Zcaland. lymphadenopathy, cutaneous vasculitis,. and a peripheral sensorimotor neuropathy. He had been treated with a variety of non-steroidal antiinflammatory drugs but had never received gold, penicillamine, or steroids.
Four months before admission he developed rapid atrial fibrillation and heart failure, and subsequently atrioventricular block appeared. He was admitted electively for pacemaker insertion.
On examination the patient was pale and cachexic. Pertinent cardiac findings included a bradycardia of 40 beats/min, supine blood pressure of 120/80 mmHg, raised jugular venous pressure, mild cardiomegaly, and a soft ejection systolic murmur at the left sternal edge. There was no peripheral oedema, and the lung bases were clear.
The electrocardiogram (ECG) showed atrial fibrillation with complete atrioventricular block and an idioventricular rhythm of 40 beats/min. Radiography of the chest disclosed mild cardiomegaly. (Fig. 1) .
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(2) Heart. There were loose pericardial adhesions. The heart weighed 430 g. The coronary arteries showed minimal atherosclerosis. The atria were mildly dilated, and the atrial walls were diffusely thickened and rigid in texture. The posterior left atrial wall contained a necrotic nodule 1-5 cm in diameter (Fig. 2) . The ventricular chambers were normal in size, and the ventricular myocardium was free of scarring or necrosis. The heart valves were normal. Histologically, much of the atrial muscle including the sinus node was replaced by loose fibrous tissue containing a sparse focal chronic inflammatory infiltrate. Occasional small foci of fibrinoid necrosis with surrounding pallisading of histiocytes were present. In the nodule shown in Fig. 2 
Discussion
Rheumatoid heart disease may take several forms. Although specific for the condition, cardiac rheumatoid nodules are found in only 1-3% of patients with rheumatoid arthritis who come to autopsy. These granulomas have been reported in the pericardium, epicardium, myocardium, endocardium, all valve cusps and rings (predominantly mitral and aortic), and chordae tendinae. Other non-specific types of cardiac lesions, however, have been observed at necropsy in these patients, including pericarditis, myocarditis, coronary arteritis, and patchy valvular fibrosis.'3 14 Conduction disturbances have been described in association with rheumatoid percarditis and valvular heart disease. 7 12 There are a number of mechanisms by which the atrioventricular conduction system can be involved in rheumatoid arthritis. These include direct involvement by granulomas or by extension of the granulomatous inflammation from the base of the aortic or mitral valve. In one case no active granulomas were present in the conduction system, but fibrotic patches were present in the areas where presumably active granulomas had been present. i'
There is a range of vascular lesions occurring in rheumatoid arthritis and these may be encountered singly or in combination. These changes include intimal proliferation (most often involving the digital arteries), necrotising arteritis of both small and medium sized arteries (indistinguishable from polyarteritis nodosa), a subacute arteritis (where the involved vessel is infiltrated with mononuclear cells), and a leucoclastic vasculitis of the venules and capillaries in the skin. 14 As a result of these vascular changes a variety of clinical features have been described, which include skin rashes, cutaneous ulceration, peripheral gangrene, peripheral neuropathy, and rarely, visceral lesions. 
